Nephrocalcinosis is a generalized increase in the calcium content of the kidneys that may occur at a molecular, microscopic or macroscopic level leading to progressive renal damage [1] . Nephrocalcinosis commonly involves the renal medulla, and less often, the cortex. In the setting of hypercalciuria, urine concentration and supersaturation lead to calcium crystal deposition in the renal parenchyma. Conditions that are commonly associated with nephrocalcinosis include primary hyperparathyroidism, sarcoidosis, hypervitaminosis D, Milk-alkali syndrome, distal renal tubular acidosis, medullary sponge kidney, and heavy doses of loop diuretics [2] . Herein, we present a classic image of medullary nephrocalcinosis in a patient with idiopathic hypercalciuria.
A 34-year-old otherwise healthy man was seen for back pain. He apparently had nonspecific back and leg pain for about 2 years and occasional hematuria. CT scan of the abdomen demonstrated calcinosis in the medullary region of both kidneys, suggestive of medullary nephrocalcinosis (Figs. 1 and 2 ). Laboratory evaluation revealed hypercalciuria with a urine calcium of 557 mg/24 hours. Serum calcium, parathyroid hormone, and Vitamin D levels were within normal limits (9.2 mg/dL, 33 pg/mL, and 22 ng/mL, respectively). There was no evidence for renal tubular acidosis. We diagnosed him with idiopathic hypercalciuria and started on hydrochlorothiazide and low-sodium diet [3, 4] . 
